Introduction
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Human herpesvirus-6A (HHV-6A) and HHV-6B are two distinct beta herpesviruses with different 39 epidemiological and biological characteristics (1) . HHV-6B is a ubiquitous virus that infects nearly 40 100% of world population and is the etiological agent of roseola infantum, an infantile febrile illness 41 characterized by high fever with occasional skin rash (2). HHV-6B is also a concern in hematopoietic 42 stem cell and solid organ transplant recipients with frequent reactivation and medical complications 43 (3). Pathological and epidemiological data on HHV-6A remain scarce. 44 The viral genomes of HHV-6A/B are composed of a unique segment of approximately 143 kbp flanked 45 at both extremities with identical and directly repeated (DR) termini of approximately 9 kbp each. 46 Each DR contains two regions with repeated TTAGGG telomeric sequence that play a role in the ability 47 of these viruses to integrate their genomes into human chromosomes (4) and reviewed in (5, 6). The 48 number of telomeric repeats within each DR ranges from 15 to 180 copies in clinical isolates (7-10). 49 Although HHV-6 integration can occur in several distinct chromosomes, it invariably takes place in the 50 telomeric/sub-telomeric regions of chromosomes (11) (12) (13) (14) . When integration occurs in a gamete, the 51 viral genome can be inherited resulting in individuals carrying a copy of the viral genome in every cell, 52 a condition called inherited chromosomally integrated HHV-6 (iciHHV-6) (15). Approximately 1% of 53 the world population is considered iciHHV-6 + (reviewed in (6)). The consequences of iciHHV-6 are not 54 well defined but a recent study indicates that iciHHV-6 + individuals are at greater risks of developing 55 angina pectoris (16). Membrane was then exposed to X-ray films at -80˚C.
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Cloning and purification of MBP-TRF2. 
